When an epidemic of an infectious disease affects a community there are bound to be patients with double diagnoses, even in childhood where such is the exception rather than the rule. When the epidemic is of hepatitis A, a number of diagnostic pitfalls can arise. The need for the hospital paediatrician to be aware of community events is essential, but should not lead to a hasty dismissal of other causes of jaundice. Five patients admitted recently to the Royal Hospital for Sick Children in Edinburgh highlight these difficulties. CASE 1. A girl aged four years presented to the accident and emergency department with a one week history of cough, followed three days later by onset of intermittent fever, vomiting and malaise. On the day of presentation, her mother had noticed her to be jaundiced and her urine to be dark. There had been recent indirect contact with a case of infectious hepatitis. On examination, she was apyrexial with no hepatosplenomegaly and only mild right hypochondrial tenderness. After blood had been taken for full blood count, erythrocyte sedimentation rate, liver enzymes and hepatitis serology, she was discharged to the care of her family practitioner with a clinical diagnosis of infectious hepatitis. When blood results were available, showing a haemoglobin of 8-3 g/dl and 20% reticulocytes, she was immediately readmitted for observation and investigation of haemolysis. The direct Coombs test was negative but an anti -HI antibody was detected, active at 4 and 20 degrees centigrade. Chest X -ray showed slight consolidation of the lingula. Mycoplasma pneumoniae infection was suspected and subsequent testing showed a four-fold rise in titres. Prednisolone (2 mg/kg/day) and folate (10 mg daily) were commenced for what was now thought to be an acute autoimmune haemolytic anaemia secondary to infection with m.pneumoniae. Haemoglobin and reticulocyte levels did not alter significantly in the next four days but, whilst on steroids eight days after presentation, the patient's jaundice deepened, accompanied by worsening anorexia, vomiting and diarrhoea. Steroid therapy was rapidly reduced and discontinued. Two weeks following admission, viral serology
When an epidemic of an infectious disease affects a community there are bound to be patients with double diagnoses, even in childhood where such is the exception rather than the rule. When the epidemic is of hepatitis A, a number of diagnostic pitfalls can arise. The need for the hospital paediatrician to be aware of community events is essential, but should not lead to a hasty dismissal of other causes of jaundice. Five patients admitted recently to the Royal Hospital for Sick Children in Edinburgh highlight these difficulties. CASE 1. A girl aged four years presented to the accident and emergency department with a one week history of cough, followed three days later by onset of intermittent fever, vomiting and malaise. On the day of presentation, her mother had noticed her to be jaundiced and her urine to be dark. There had been recent indirect contact with a case of infectious hepatitis. On examination, she was apyrexial with no hepatosplenomegaly and only mild right hypochondrial tenderness. After blood had been taken for full blood count, erythrocyte sedimentation rate, liver enzymes and hepatitis serology, she was discharged to the care of her family practitioner with a clinical diagnosis of infectious hepatitis. When blood results were available, showing a haemoglobin of 8-3 g/dl and 20% reticulocytes, she was immediately readmitted for observation and investigation of haemolysis. The direct Coombs test was negative but an anti -HI antibody was detected, active at 4 and 20 degrees centigrade. Chest X -ray showed slight consolidation of the lingula. Mycoplasma pneumoniae infection was suspected and subsequent testing showed a four-fold rise in titres. Prednisolone (2 mg/kg/day) and folate (10 mg daily) were commenced for what was now thought to be an acute autoimmune haemolytic anaemia secondary to infection with m.pneumoniae. Haemoglobin and reticulocyte levels did not alter significantly in the next four days but, whilst on steroids eight days after presentation, the patient's jaundice deepened, accompanied by worsening anorexia, vomiting and diarrhoea. Steroid therapy was rapidly reduced and discontinued. Two weeks following admission, viral serology identified IgM to hepatitis A. One week later the jaundice had almost completely resolved and haemoglobin was rising again. This patient had therefore contracted both hepatitis A and m. pneumoniae infection complicated by autoimmune haemolytic anaemia. CASE 2. A two year old boy, who had been diagnosed as suffering from stage IV neuroblastoma when aged six months, presented as an emergency one year after completing therapy. He had a short history of vomiting and diarrhoea which settled and was followed by reluctance to walk accompanied by general irritability. Intercurrent infection and disease recurrence were among the provisional diagnoses when he was admitted for investigation. Transaminases were mildly elevated but ultrasound scan of liver was normal. IgM to hepatitis A was identified. Clinically and radiologically, the difficulty in walking appeared to be due to avascular necrosis of the left femoral head. He was allowed home after several days of rest with a diagnosis of hepatitis A. Five days later he was readmitted with worsening malaise and irritability. Computerised tomography revealed an intracranial recurrence of the neuroblastoma. He was treated successfully with surgical excision and intensive chemotherapy and is again off treatment. CASE 3. A seven year old girl developed headache and central abdominal pain and after four days was admitted to hospital. She had developed a petechial rash over her trunk and large bruises on her legs on the day of admission. On examination, there was mild jaundice and the liver was palpable 1 cm below the right costal margin. Blood tests showed a haemoglobin of 13-3 g/dl and platelet count of 3 x 109/1. Other coagulation indices, white cell count and differential were normal. The platelet count rose gradually to normal over the next four days. Serology showed IgM to hepatitis A. A diagnosis of hepatitis A infection with transient thrombocytopenia was made. CASE 4. A 14 year old girl, who had been found to have elliptocytosis when aged four, was admitted after seven days of headache, cough and sore throat followed by generalised abdominal discomfort and jaundice. There had been no recent contact with anyone else with jaundice. On examination she was apyrexial and not anaemic, with minimal hepatomegaly but no splenomegaly. Consideration was given to an acute haemolytic crisis secondary to her hereditary elliptocytosis. Haemoglobin was in the normal range and there was no reticulocytosis. The blood film showed elliptocytes. IgM to hepatitis A was present. The diagnosis made was of infective jaundice without significant contribution from the elliptocytosis. CASE 5. A ten year old boy had been diagnosed as suffering from acute lymphoblastic leukaemia eight years previously. Following remission, he had remained well until his admission, when he developed general malaise, severe headache and right hypochondrial pain. He had no pyrexia or hepatomegaly, and was referred by his general practitioner with a provisional diagnosis of recurrence of leukaemia in the meninges. On admission he was clearly icteric with mild tenderness in the right hypochondrium. He was found to have high titres of IgM to hepatitis A, and made a full recovery after a short stay in hospital.
The Ulster Medical Journal DISCUSSION During a hepatitis epidemic it is easy and tempting to label all jaundice as due to that infection. These five case histories demonstrate diagnostic dilemmas. In two, a diagnosis of infectious hepatitis was made too readily during an epidemic without careful evaluation of all the symptoms and signs. Two patients had dual pathology, although their haematological disorder was either transient (thrombocytopenia) or non -contributory (elliptocytosis). The final case demonstrates clearly the dangers of assuming that, once labelled, a child can only have one diagnosis. A number of different aetiologies for the many and varied clinical presentations of hepatitis A infection were involved in the five cases we have presented.1 2 The first patient, who had hepatitis A and m.pneumoniae infection complicated by haemolytic anaemia, demonstrates the difficulty of diagnosing and treating several concurrent pathologies. Initially steroid therapy appeared to be appropriate for haemolytic anaemia, but could have been deleterious by exacerbating or prolonging the natural course of her infection. An extra confusion can arise since m.pneumoniae infection can be rarely complicated by a hepatic clinical picture, quite apart from the hepatitis A infection seen here.3,4 The propensity of neuroblastoma to dissemination, and therefore its protean presenting symptoms and signs, together with coincidental infection by hepatitis A, served to delay the most important component of the diagnosis in the second case, that of recurrence of malignancy. Here double pathology and the assumption that the patient's symptoms could be attributed to the hepatitis A epidemic were both factors which delayed the crucial identification of an intracerebral mass. The thrombocytopenic patient demonstrates that, of the many possible causes of a low platelet count, the great majority in childhood are acquired rather than hereditary. In paediatric practice idiopathic thrombocytopenic purpura and leukaemia constitute the two most frequent causes of significant thrombocytopenia, and the incidence of the two diseases are very similar. It is also common to find a moderate degree of thrombocytopenia (60- leukaemia) and the possibility of infection insufficiently considered, or hepatitis may be assumed to be the cause of any jaundice during an epidemic, with alternative or coincidental aetiologies being inappropriately excluded at an early stage. These cases demonstrate that the initial assessment of the child should be openminded, with account being taken of past medical history and epidemiological setting but without allowing either to exert undue influence. Further investigations are obviously of benefit, with those necessary to identify the true diagnosis ranging from a reticulocyte count to computerised tomography.
